middle-aged patients with bleeding oesophageal varices attributed to portal hypertension secondary to polycystic liver and kidney disease. These authors concluded: 'one patient died after haemorrhage which might have been better treated if the index of suspicion for bleeding oesophageal varices had been greater'.
As more patients' lives are prolonged by maintenance haemodialysis, the possibility of bleeding . oesophageal varices as the source of upper gastrointestinal haemorrhage in patients with polycystic kidney disease must be emphasized. Chronic vitamin A intoxication can lead to portal hypertension in the absence of cirrhosis (Russell et al. 1974) . This centrizonal hepatic fibrosis has been revealed in about half the reported cases. The prognosis is quite good and the abnormalities tend to recede on withdrawal of vitamin A. But, once portal hypertension and ascites are present, this syndrome may persist even after withdrawal of vitamin A (Russell et al. 1974) .
Dr Blendis questions the true association of hepatic vein thrombosis in women on oral contraceptives. There can be little doubt that the Budd-Chiari syndrome can be caused by use of oral contraceptive steroids (Hoyumpa et al. 1971 , Zimmerman 1978 . A number of young women taking contraceptive steroids have been found to develop this syndrome as a result of thrombotic occlusion of the hepatic vein induced by the thrombogenic effect of the oestrogenic steroid (Hoyumpa et al. 1971 , Zimmerman 1978 . In these patients, the classical Budd-Chiari syndrome has developed, usually with a fatal outcome. Finally, radiation hepatitis causing severe congestive hepatopathy of the Budd-Chiari syndrome should be borne in mind (Zimmerman 1979) .
Interruption of the rising morbidity and mortality from liver disorders could only occur when available information is utilized to develop preventive and therapeutic measures. 
Intelligence and prenatal progesterone From Dr Katharina Dalton 86 Harley Street, London W1N 1AE
Sir, Thank you for the opportunity to comment on the letter from Dr Meyer-Bahlburg (November Journal, p 878). His suggestion that my data may not stand up to scientific scrutiny could turn out to be a boomerang, for the true scientist does not confuse progesterone with progestogen. Dr Meyer-Bahlburg either does not know, or fails to understand, the differences between natural progesterone and the unnatural, man-made progestogen medroxyprogesterone acetate (Provera), which has a formula unlike any naturally-circulating steroid. Johanssen (1971) has shown that the administration of medroxyprogesterone acetate lowers the level of circulating progesterone. Medroxyprogesterone acetate is metabolized by a route different from that of natural progesterone, which is excreted in the urine and faeces as pregnanediol. Examination of the distribution of titrated pregnanediol in the pre-viable fetus shows that, after the liver, the brain and spinal cord are the areas of highest concentrations of pregnanediol (Cooke et al. 1967) . Thus, regardless of his negative findings of the effect of antenatal medroxyprogesterone acetate on the intelligence of the offspring (Meyer-Bahlburg et al. 1977) , this has no bearing on the effect of the natural progesterone on the offspring.
In the opening paragraph of Dr Meyer-Bahlburg's letter, he expresses the fear that my 'optimistic conclusions ... may stimulate unnecessary and possibly unwarranted hormone treatment during pregnancy' even though, in the final paragraph of my paper (J une, p 397), I stated: 'It would seem that progesterone administered in early pregnancy is beneficial not only for the relief of pregnancy symptoms and the prophylaxis of pre-eclamptic toxaemia but also to enhance intelligence. It will not produce a race of geniuses but merely ensure full brain development'. Are the relief of pregnancy symptoms and the prophylaxis of pre-eclamptic toxaemia unwarranted and unnecessary hormonal treatments?
